Toxic epidermal necrolysis a b s t r a c t Toxic epidermal necrolysis (TEN) is a disease which is characterized by fever and desquamation of the skin and mucosal membranes. It is usually related with drugs, especially aromatic anticonvulsants which are recognized as the most common cause of this disorder. Cranial irradiation may act as a precipitating factor along with anticonvulsants for the development of TEN. We report a 28-year-old patient with central nervous system (CNS) relapsed non-Hodgkin lymphoma (NHL) who developed TEN after cranial radiotherapy and concurrent phenytoin treatment.
Introduction
Toxic epidermal necrolysis (TEN) is a life-threatening disease which is characterized by fever and extensive epidermal desquamation complicated by multiorgan dysfunction. 
Case
Twenty-eight-year old woman was diagnosed with primary mediastinal diffuse large B cell lymphoma (DLBCL) by biopsy of mediastinal bulky mass in April 2012. Six courses of standard doses R-CHOP regimen (Rituximab, cyclophosphamide, doxorubicin, vincristin, prednisone) were administered and completed in September 2012 with complete remission (CR). After 2 months from the last dose of chemotherapy, she was presented to emergency service with symptoms and signs of epilepsy. Levetiracetam treatment was started to control seizures. Cranial magnetic resonance imaging showed multiple lesions in around the left and right lateral ventricles and temporal horn. Stereotaxic biopsy was performed from a mass in the left anterior frontal lob and DLBCL was identified. She was treated with standard dose of IDARAM (idarubicin, dexamethasone, methotrexate) regimen. But, after first cycle of chemotherapy, tonic-clonic epileptic seizures were detected and phenytoin was added to levetiracetam to control the seizures. Although the seizures were controlled with phenytoin, bullous skin lesions first appeared at the scalp at the 3rd day of whole cranial radiotherapy and 12th day of phenytoin therapy and generalized to whole body ( Figs. 1 and 2) . She had edematous lips with necrotic mucous membranes and oral ulcerations. Dermatological examination revealed the diagnosis of TEN and skin shave biopsy from the right femoral was performed. Lymphocytic infiltration of the dermo-epidermal junction, cell necrosis in epidermis and bullous formation in subepidermis was identified from the biopsy. All medications were stopped and wet-patches were applied to the whole skin surface and local skin care with antibiotic and antifungal dressings. Due to malnutrition and electrolyte imbalance, parenteral nutrition was given and electrolyte balance was obtained by appropriate treatment. She was managed with systemic antibiotics and methylprednisolone (the dose of 1 mg/kg). After supportive care her condition worsened, she manifested septicemia and hemodynamic instability and died after 3 weeks on phenytoin.
Conclusion
Although it is very rare, TEN is one of the most severe and serious complication of drugs, with anticonvulsants such as phenytoin, carbamazepine, and phenobarbital, most commonly implicated. In addition, allopurinol, NSAIDs (paracetamol and nimesulide are most common), antibiotics, have also been found to have a role. 6 TEN typically begins 1-3 weeks after the initiation of therapy but occurs more rapidly with 
